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* Progressive inflammatory changes in the pancreas 


that result in permanent structural damage 


* Leads to impairment of exocrine and endocrine 


function 


* Recurrent episodes of acute pancreatitis may lead 


to chronic pancreatitis over time 


* Distinguishing acute and chronic 


* CP may be asymptomatic over long periods 
of time, can present with a fibrotic mass, or 
there may be symptoms of pancreatic 


insufficiency without pain 


* Acute pancreatitis is almost always painful 


* CP patchy focal disease 


* Acute diffusely involves a large portion of 


the entire pancreas 


* Serum amylase/lipase - normal in chronic, 


always elevated with acute disease 


Aetiology 


* Alcohol abuse 


* (mutations in the cystic fibrosis gene, hereditary pancreatitis) 
* Ductal obstruction 

* (eg, trauma, pseudocysts, stones, tumors, possibly pancreas divisum) 
* Tropical pancreatitis 


* Systemic disease 


* Systemic lupus erythematosus, hypertriglyceridemia, possibly 


hyperparathyroidism 


* Autoimmune pancreatitis 


Alcohol abuse 


* Ethanol alters digestive zymogen activation 


* Considerable variation in individual sensitivity to the toxicity 


of alcohol 
* Difficult to define a "safe" level of consumption 
* Only 5 - 10 96 of alcoholics develop chronic pancreatitis 
* Accounts for 45% of all cases 


* Cigarette smoking - independent, dose-dependent risk factor 


Clinical manifestations 


ominal pain 


F ; ER 
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e Typically epigastric, 

e Radiates to the back 
Associated with nausea and vomiting 
Relieved by sitting upright or leaning forward 
Worse 15 to 30 minutes after eating 
May occur in discrete attacks 


As the condition progresses, the 


Pancreatic 
insufficiency 


* Clinically significant protein and fat deficiencies do 


not occur until over 9096 of pancreatic function is lost 


* Fat malabsorption 
* Steatorrhea - loose, greasy, foul smelling stools that are difficult 
to flush 


* Malabsorption of the fat soluble vitamins (A, D, E, K) and 


vitamin B12 may also occur 


* Pancreatic diabetes 
Glucose intolerance 
Diabetes mellitus - late 
Insulin requiring 


Increased risk of hypoglycaemia - reduced 


glucagon 


Diagnosis 


* Challenging since laboratory studies and imaging 


procedures may be normal 


* Classic triad 
* Pancreatic calcifications 
* Steatorrhea 
* Diabetes mellitus 


* Only in late, very advanced disease 


* Pancreatic function tests 


* Direct 


* Stimulation of pancreatic secretion with 
secretin/ CCK - collection of pancreatic fluid 


* [ndirect 
* Stool elastase 
* 72 hr feacal fat 


* Serum trypsinogen 


* Diagnosis is confirmed if 


* Calcifications within the pancreas on 


abdominal plain films or CT scan 


* Abnormal pancreatogram revealing beading 
of the main pancreatic duct or ectatic side 


branches 


Treatment 


* Pain management 
* Cessation of alcohol intake 
Small meals and hydration 
Cessation of smoking 
Pancreatic enzyme supplements 


Analgesics 


Antioxidant therapy 
Celiac nerve block 


Endoscopic therapy 


Extracorporeal shock wave lithotripsy 


Radiation 
Surgery 
* Decompression 
* Resection 


* Denervation procedures 


* Steatorrhoea 
* Dietary modification 
* Lipase supplementation 
* Vitamin supplementation 


MCE 


* Diabetes Mellitus 


* Trial of oral hypoglycemic agents followed by insulin therapy 


Complications 


* Pseudocyst 
e Infection 
* Rupture 
* Haemorrhage 


* Haemosuccus pancreaticus 


* Local compression - duodenum / 
biliary 


* Bile duct or duodenal obstruction 
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* Pancreatic ascites 


* Pseduocyst rupture 


* Pleural effusion 


* Splenic vein thrombosis 


* Gastric varices 


* Pseudoaneurysms 


* Acute pancreatitis 


* Pancreatic cancer 
* Higher risk with CP / smoking 


* Difficult to differentiate CP from 


adenocarcinoma 


ET E. RAT A 


